Plasma cell gingivitis: A unique gingival lesion of unknown etiology by Praveen Darak et al.
International Journal of Clinical Dental Sciences (2016), 7, 1–4
International Journal of Clinical Dental Science ● Vol. 7:1 ● May 2016 1
C A S E  R E P O R T
Plasma cell gingivitis: A unique gingival lesion of unknown 
etiology
Praveen Darak, Sudhir R. Patil, Ashwin Prabhu, Sphoorthi A. Belludi, H.R. Veena, Sneha Dani
Department of Periodontics and Implantology, KLE Society’s Institute of Dental Sciences & Hospital, Bengaluru, Karnataka, India
Abstract
 Gingival overgrowth is a common feature of gingival diseases, and it represents an 
exuberant response of the tissues to a variety of systemic and local factors. Plasma cell 
gingivitis (PCG), an uncommon, non-malignant lesion, is often characterized by an 
oﬀ ending allergen which causes a dense infi ltration of plasma cells in connective tissue. 
Soft tissue biopsy of aﬀ ected and normal tissues is necessary for confi rmatory diagnosis. 
The signifi cance of this lesion is that it may cause severe gingival infl ammation, discomfort, 
and bleeding with minimal trauma and may resemble more serious conditions. Here 
is a case of a 34-year-old female patient who presented with a solitary diﬀ use gingival 
enlargement in mandibular anterior region. Overgrowth was multilobular, erythematous 
smooth and glossy in appearance, semicircular, non-tender with a sessile base which 
fi rst gave the impression of pyogenic granuloma. The overgrowth was surgically excised 
and subjected to a histopathological examination that revealed a predominant plasma 
cell infi ltrate admixed with few neutrophils, lymphocytes, and eosinophil suggestive of 
PCG. The patient has been kept on follow-up and post-operatively there has been no 
recurrence of the lesion until date.
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Introduction
Localized gingival lesions of varied etiology are frequently 
encountered conditions in our clinical practices and diagnosis of 
these lesions has always posed a challenge. Plasma cell gingivitis 
(PCG), a distinct condition, among the potpourri of gingival 
lesions is often characterized by particular allergen which 
causes a dense infi ltration of plasma cells in gingival connective 
tissue.[1] This uncommon condition is of undetermined 
origin and has been described in the literature also as atypical 
gingivostomatitis, idiopathic gingivostomatitis, and allergic 
gingivostomatitis.[1] Clinically, PCG appears as a diﬀ use reddish 
and edematous swelling, with a clear demarcation along the 
mucogingival junction. Ulcerations are rare features and are 
commonly asymptomatic, although some individuals may 
complain of pruritus, burning, or pain sensations.[2] It is more 
prevalent in young women.[3]
The condition often aﬀ ects the anterior gingiva and is usually 
seen in the maxilla, although direct contact with an allergen in 
the mandibular gingiva has reportedly produced a case of PCG.[4]
Based on the etiology of the condition diﬀ erent categories 
of PCG have been proposed: (1) Lesions caused by an 
allergen, (2) neoplastic lesions, and (3) lesions of unknown 
cause.[5] An atypical form of PCG, called plasma cell granuloma 
can sometimes occur, in which enlargement of a specifi c area of 
the mouth is seen. The term plasma cell granuloma specifi cally 
describes a focal mass eﬀ ect caused by infi ltrates of polyclonal 
plasma cytes.[6] Search for the etiology of PCG has been an 
enigma, literature search mainly in the form of case reports 
show an association of a plethora of allergens. PCG has been 
associated with gum chewing, use of mint-candy toothpaste 
ingredients, chilli pepper, environmental and food fl avoring 
allergens,[7] herbal tooth powder,[8] khat leaves,[1] etc.
Histologically PCG is characterized by dense infi ltration of 
the plasma cells separated with the strands of the collagen fi bers 
in gingival connective tissue.[9]
The case reported here describes a rare case of PCG in which 
the identifi cation of the etiologic agent remained inconclusive 
and further the importance of histopathological evaluation in the 
diagnosis of such lesion.
Case Report
A 34-year-old female patient reported with a chief complaint 
of swelling of gums in the lower front region of jaw since last 
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4 months. Intraoral examination revealed a solitary diﬀ use gingival 
overgrowth in a mandibular anterior region extending from 
mesial aspect of 42 to mesial aspect of 44. The solitary swelling 
was multilobular, measuring approximately 1.2 cm × 1.2 cm 
in size, erythematous, smooth and glossy in appearance, 
semicircular extending from labial to lingual side (Figures 1 
and 2) in dumbbell-shape form, soft and cheesy inconsistency, 
non-tender with a sessile base. Patient’s medical history, drug 
history, and personal or family history were non-contributory. 
An ardent attempt was made to elicit the possible allergen from 
the history but in vain. We could not conclusively establish the 
specifi c allergens that could have evoked this unusual response.
The intraoral periapical radiograph showed horizontal bone 
loss extending up to apical one-third of root in the mandibular 
anterior segment (Figure 3).
A provisional diagnosis of pyogenic granuloma with 
generalized chronic periodontitis was established along with a 
diﬀ erential diagnosis of PCG, peripheral giant cell granuloma 
(PGCG), and peripheral ossifying fi broma (POF).
After an elaborate clinical examination, routine radiographic 
and hematological evaluation, an excisional biopsy of the lesion 
was planned. Routine hematocrit investigations revealed no 
specifi c abnormality.
Management
The management of the case consisted of the hygienic phase 
of periodontal therapy (Phase I) comprising oral hygiene 
instructions, thorough scaling and root planning followed by 
scheduled re-evaluation.
During the subsequent follow-up visit at 3 weeks, on intraoral 
clinical examination, the solitary diﬀ use gingival enlargement 
had still persisted with only a minor decrease in size.
An excisional biopsy (Figure 4) of the lesion was carried out 
following the routine surgical protocols under local anesthesia 
(lignocaine hydrochloride, 1:80,000). The lesion was excised 
enmasse with adequate marginal clearance and deep to the 
underlying periosteum. Following thorough debridement, bleeding 
was controlled, and a periodontal dressing (Coe-pack) was applied.
On histopathological evaluation, the specimen revealed 
parakeratinized stratifi ed squamous epithelium with elongated 
rete pegs showing acanthosis. The connective tissue component 
was characterized by infi ltration of dense chronic infl ammatory 
Figure 1: Clinical appearance of the lesion preoperatively extending 
from 42 to 44 - Buccal aspect
Figure 2: Clinical appearance of the lesion - lingual aspect
Figure  3: Intraoral periapical radiograph showing bone loss 
extending up to apical 1/3rd of root in mandibular anterior region
Figure 4: Excised specimen
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cells, predominantly plasma cells in sheets, few neutrophils, and 
many lymphocytes. A histopathological impression of PCG was 
reported (Figure 5).
After a week, on intra-oral examination, the gingival tissues 
showed satisfactory healing with the erythematous surface on 
the removal of the pack. At 3 weeks post-operative follow-up, 
the surgical site exhibited optimal healing with excellent tissue 
contour and consistency. There were no signs of any early 
recurrence of the lesion.
Further follow-up at 8 and 12 weeks (Figure 6) there were no 
signs of recurrence. The patient has been put up on a meticulous 
oral hygiene regimen and will be further followed up to see any 
evidence of recurrence at later stages, as these lesions are known 
for their recurrence.
Discussion
PCG an unusual type of conditioned enlargement is characterized 
by painless, diﬀ use, erythematous, and edematous lesion of the 
gingiva with a clear demarcation which often extends to the 
mucogingival junction.[10] In the present case, the presentation 
was unusual, as it was a multilobular solitary growth with a typical 
dumbbell-shape morphology extending interdentally from labial 
to the lingual.
The literature review on PCG indicates the maxillary 
anterior gingival predilection, whereas in this case PCG typically 
involved the mandibular anterior region. However, similar site 
involvement has been reported by Marker.[4]
The solitary overgrowth involved both the marginal gingiva 
and attached gingiva. This fi nding was in contrast with plaque-
induced gingivitis that would normally involve the marginal 
gingiva but not the entire width of attached gingiva. In the present 
case, discrete diﬀ use growth with overt infl ammatory signs was 
not responding to local therapy, and hence inconsistent with a 
plaque related etiology.
The cause of PCG is not clear, but due to the evident 
presence of the plasma cells, many authors suggest that it is an 
immunological reaction.[11] In the present case, the patient did 
not give a history of any known allergens, neither we could 
specifi cally suspect or attribute the immune response to a 
probable allergen.
Management of this rare solitary lesion traditionally has been 
symptomatic, as plaque control and conventional therapies alone 
are not suﬃ  ce to manage these lesions of unknown etiology. The 
patient should maintain a complete dietary history, with records 
of any other health care products taken into the mouth. An 
attempt should be carried out to eliminate the possible allergen 
to determine the cause.[11]
The literature review on PCG management indicates that in 
many patients where no underlying cause could be discovered, 
topical or systemic immunosuppressive medication have been 
used as a non-defi nitive approach with variable results. Some 
patients do not respond to treatment, and no possible cause 
for the disease can be identifi ed, in spite of all evaluations and 
therapeutic interventions.[12] In this case, the patient’s thorough 
history was taken to rule out any of the probable causative 
factors predisposing to PCG. First, thorough oral prophylaxis 
was carried out which was followed by an excisional biopsy of 
the lesion.
The diﬀ erential diagnosis of the condition is very essential 
because of its clinical resemblance to other common solitary 
lesions such as pyogenic granuloma, PGCG, POF, etc.
Localized PCG has to be diﬀ erentiated from the reddish-
purple appearing pyogenic granuloma which is more 
frequently seen in the oral cavity. Both the lesions are 
asymptomatic, commonly seen in facial aspect of the anterior 
maxilla and bleed on slightest manipulation or provocation. 
Pyogenic granuloma lesions are usually pedunculated and 
show surface ulceration, which may not be the feature in 
PCG.[11] Histologically, PGCG consists of a proliferation 
of mesenchymal cells and multinucleated giant cells with 
associated prominent vascularity. Histologically, the POF is 
more cellular than the peripheral fi broma and less vascular than 
the pyogenic granuloma. The characteristic feature of the POF 
is highly cellular connective tissue containing foci of calcifi ed 
material.[13]
The key to arrive at the fi nal diagnosis in the cases of PCG is 
histopathology which helps in diﬀ erentiating other lesions that 
clinically mimic localized PCG. Histopathologic examination 
revealed Parakeratinized stratifi ed squamous epithelium with 
elongated rete pegs showing acanthosis. Connective tissue 
exhibited dense chronic infl ammatory infi ltrate consisting 
predominantly of plasma cells in sheets, few neutrophils and Figure 6: Clinical photograph - 1 week and 3 months post-operative
Figure 5: Tissue section stained with hematoxylin and eosin, viewed 
at ×45 magnifi cation. Histopathological photomicrograph showing 
predominant plasma cell infi ltrate in connective tissue
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many lymphocytes which are considered to be the pathognomic 
feature of the lesion, favoring the diagnosis of PCG.
The patient was recalled after a week for a post-operative 
examination, and complete cessation of the lesion was seen as 
the causative factor, in this case, was not elicited, the lesion can 
be considered a case of PCG of unknown cause and need to be 
followed up for a longer period of time.
Conclusion
Such kind of unique lesions may pose clinicians with a great 
diagnostic dilemma as it may mimic many other solitary lesions 
of clinical signifi cance. A proper history, clinical examination, 
and histopathological evaluation together only can diﬀ erentiate 
these somewhat similar gingival lesions. This case of PCG 
represents a typical solitary gingival growth diagnosed and 
managed systematically, highlighting the importance of 
histopathological evaluation.
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